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Abstract: Cardiovascular disease is one of the most common causes of death in the world, and its incidence rate is increasing
annually. Therefore, it is becoming increasingly urgent to find effective methods for prevention, diagnosis and treatment of car-
diovascular disease. Monoamine oxidase A (MAO-A) , a flavoenzyme located in the outer membrane of mitochondria, is re-
sponsible for the oxidative deamination of 5-hydroxytryptamine (5-HT) and norepinephrine (NE), where accompanied by the
accumulation of reactive oxygen species (ROS), such as hydrogen peroxide (H,0,), aldehyde and ammonia. Excessively pro-
duced ROS leads to mitochondrial dysfunction by targeting mitochondrial DNA, thereby accelerating ROS production, which
is the main cause of cardiac oxidative stress and cardiac injury. Previously, MAO-A inhibitors were mostly used for the treat-
ment of mental and nervous system diseases, but the roles of MAO-A in cardiovascular diseases have not been concerned until
recently. Based on the above research findings, the role of ROS produced by MAO-A degradation of amines in cardiovascular
diseases and its potential as a treatment for cardiovascular diseases were systematically reviewed , which was expected to pro-

vide reference for cardiovascular diseases treatment.
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